Many observers have reported upon the blood sugar levels determined during the first days of life of normal infants; and it is generally agreed that there is considerable variation in the figures of different babies, and also some instability of the levels in each individual infant under investigation, the figures being invariably lower than those in older persons (Creery and Parkinson, 1953; Greenwald and Pennell, 1930; Hartmann and Jaudon, 1937; Ketteringham and Austin, 1938; McKittrick, 1940; Norval, Kennedy and Berkson, 1949; Smith, 1951; Wachter, 1949) .
There is less information concerning the blood sugar levels of the infants born of diabetic mothers, but the evidence suggests an early and rapid fall to a low level followed by a slow rise to more normal levels (Haslewood and Strookman, 1939; Joslin, Root, White and Marble, 1952; Miller and Ross, 1940; Oakley, 1953; Pedersen, 1952; Peel and Oakley, 1950; Reis, DeCosta and Allweiss, 1950) .
It has been possible to make some observations on 21 normal infants and 40 infants born of diabetic mothers, and figures are produced for comparison. Twenty-five of the 40 'diabetic' babies were given 50% glucose at set intervals during the first eight hours of life, a total of 2 g. of glucose being given in all, but no further feeding was attempted until the infants demanded. This regime, based on the work of Reis and his colleagues in Chicago (1950) , was employed as part of an M.R.C. investigation into pregnancy in diabetes: the remainder were not given glucose and feeding was only begun when the infants cried hungrily.
The majority of the 'diabetic' babies were delivered by Caesarean section in the thirty-seventh to thirtyeighth week, the mothers being given 30 g. glucose within two hours of the operation.
Blood sugar estimations were made on the cord blood (umbilical vein), and on heel blood obtained at half hour, one hour, two hours, four hours, 12 hours and 24 hours. The method of estimation was a modification of the method employed by Haslewood and Strookman (1939) , namely, 01-ml. of whole blood is pipetted into 3 * 70 ml. of isotonic sodium sulphate-copper sulphate solution in a conical centrifuge tube; 0-2 ml. of sodium tungstate is added, and the mixture is well shaken. The precipitated proteins and copper tungstate are spun down in the centrifuge; 0 5 ml. of the supernatant fluid (-0-0125 ml. blood) is mixed with 1 ml. of the mixed copper reagent in a i in. diameter test-tube. The tube, stoppered with cotton wool, is placed in a boiling water-bath for exactly 10 minutes. After immediate cooling, 3 ml. of the phosphomolybdic acid reagent are added. The colour is compared with that produced by 1 ml. of a standard glucose solution in benzoic acid, treated in the same way as the blood filtrate. Duplicate readings were made as often as possible but as it was not feasible to obtain the full amount of blood on all occasions several of the results have been discarded.
The normal infants were born in the thirty-ninth or fortieth week by ordinary forces and suffered no complications in the neonatal period. They were not fed for 12 hours, when they were offered glucose saline; if this was taken satisfactorily the child (Joslin et al., 1952; Norval etal., 1950; Oakley, 1953; Pedersen, 1952; Sheumack, 1949; Smith, 1951) . In a recent paper Oakley (1953) The normal infants showed a wide scatter of blood sugar levels but there was no dramatic rise or fall in the figures in any one case.
The babies of diabetic mothers revealed a rapid drop in the first hours of life with a slow rise towards the end of the first 24 hours. There were considerable variations in the figures obtained.
The administration of a 50% oral glucose solution did not make any appreciable difference to the blood sugar levels obtained compared with the group of infants to whom glucose was denied.
The clinical picture of hypoglycaemia in infancy is described and the fact that it is an uncommon finding is stressed.
It is suggested that few, if any, babies born of diabetic mothers die as the result of hypoglycaemia.
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